luminal GFP cargo. Shortly afterward, the cell underwent abscission on the side of the midbody where the vesicles had accumulated. Interestingly, this asymmetric division caused only one of the two daughter cells to inherit the midbody, which then seemed to persist in the cell for a considerable amount of time.
the cell that inherits the midbody and the age of its centrosome. In addition, it is unclear why the cell would divide in this manner. Is there some advantage for the cell to cleave in this way? Does the asymmetric inheritance of the midbody make the two daughter cells different in any way? All of these questions will be important to address in future studies. Clearly the midbody has come out of the wilderness and should be an active topic of research for years to come. During the earliest stages of development, the genome is transcriptionally silent, and the embryo lives off gene products that are deposited into the developing egg during oogenesis. A small number of these maternal gene products serves as determinants that control embryonic patterning. In some cases, such determinants are localized to specific positions in the unfertilized egg. In Drosophila, for example, oskar mRNA is localized to the posterior pole of the egg, where it determines the development of germ cells [1] . In other cases, the maternal determinants become localized only after fertilization. In Caenorhabditis elegans, for example, sperm entry leads to the localization of P granules to the posterior pole, the site of germ cell formation [2] . In both cases, maternal gene products become asymmetrically localized and thus provide positional information that is used to determine specific cell types. Sampath and colleagues [3] now describe a maternal mRNA that is asymmetrically localized in the early zebrafish embryo.
Early [9] . Potential applications include not only regeneration of severed nerves but also treatment of, for example, amblyopia. This is still the most widespread developmental disorder of vision, affecting 2%-4% of the population, and in case of persistence into adulthood is a significant risk factor for blindness in the case of an individual losing sight in the other eye. In the UK alone 370 patients suffered vision loss in the non-amblyopic eye during a two-year period, 86 of whom were severely visually impaired or blind [16] . If we were able to re-establish visual cortical plasticity in adulthood, this would provide a chance to restore vision in an amblyopic eye after the end of the critical period. But a question that will need to be addressed beforehand is this: is there a good reason for plasticity to be limited in the mammalian brain, and what will be the price to pay for allowing plasticity in adulthood?
